). Molecular consequences of Eed deletion. (a) ChIP analysis identifies 3925 genes that are associated with the H3K27me3 mark in chondrocytes (see Table S1 , Experiment 2). Microarray analysis (see Table S2 ) identified 1817 upregulated genes that were upregulated more than 1.25 fold upon Eed deletion. Only 433 genes (12.4%) marked with H3K27me3 were upregulated in Eed-deficient chondrocytes. LY364947, 1 ug/g BW), a p38 inhibitor (p38-i; SB203580, 25 ug/g BW), or a MEK inhibitor (MEK-i; U0126, 5 ug/g BW) was intraperitoneally injected daily to pregnant and nursing mothers from E 14.5 through P5.5, and then directly to the pups until P9.5. Mice were sacrificed at P9.5 for evaluation. The dosage of U0126 was determined according to previous reports in which U0126 injection successfully rescued skeletal abnormalities caused by ERK overactivation 1,2 . Likewise, p38 inhibitor injection protocol was determined according to the study that demonstrated that SB203580 injection rescued skin and skeletal phenotypes caused by a Fgfr2 overactivation mutation in mice 3 . The dosage of the TGF- receptor inhibitor, Ly364947, was determined according to a previous study 4 .
The effect of the TGF-β inhibitor (TGF-i; Ly364947) at indicated concentrations on chondrocytes proliferation assessed by MTS assay in vitro. TGF-i treatment increases chondrocyte proliferation at lower concentrations, whereas it decreases proliferation at higher concentrations (> 50uM). n = 6, *p < 0.05.
